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• Expression	of	H3K27me3-marked	genes	consistently	increased	in	mutant set-7 and	set-7
knockout	strains.	
Catalytic-inactivation	of	SET-7	derepressed	H3K27me3-marked	genes
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• This	repression	is	
crucial	for	
establishing	gene	
expression	patterns
• N.	crassa	is	well	suited	for	studying	PRC2	
and	its	catalytic	mark,3 as	these	
epigenetic	factors	may	be	altered	or	
removed	to	study	resulting	changes	
without	killing	the	organism.
Future	Directions
• Co-immunoprecipitation	between	EED	and	SUZ12	in	a	mutant	
SET-7	background	could	further	demonstrate	PRC2	stability.	
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• Investigating	the	functional	importance	of	the	differently	sized	
SUZ12	proteins	would	illuminate	mechanisms	of	PRC2	
localization.	
• Chromatin-
immunoprecipitation	
with	PRC2	subunits	
may	reveal	normal	
interactions	with
target	genomic	regions,	
indicating	that	the	catalytic-
null	PRC2	correctly	localizes	
despite	loss	of	
methyltransferase	activity.
Methods
for	proper	development,	
and	aberrant	activity	of	
PRC2	can	cause	disease,	
such	as	cancer. 2		
